units 20 to 24 h later. Galactose oxidase-induced interferon appeared to be immune interferon on the basis of acid lability, lack of neutralization by antibody to leukocyte interferon, and slow kinetics of activation of the cellular antiviral state. Interferon production was inhibited to the same extent (99%) by pretreatment of the cells with ,B-galactosidase or with neuraminidase followed by ,Bgalactosidase, suggesting that the critical event for activation of interferon production is the oxidation of exposed galactose residues on lymphocyte membrane.
Human lymphoid cell cultures stimulated by viruses, mitogens, or specific antigens produce two distinct types of interferon (IF) molecules. One type, called leukocyte IF, is induced by viruses (3), by B-lymphocyte mitogens (7) , and by foreign or tumor cells (2, 16) . This IF is thought to be produced by B or "null" lymphocytes (2, 15) . The other type, called immune IF, appears to be produced by T lymphocytes stimulated by specific antigens or by T-cell mitogens (8, (17) (18) (19) . However, it has not been established whether the production of one type of IF rather than the other is determined by the type of producing cell or by the kind of stimulus it receives (10) . Rather, it has been shown that: (i) immune IF can be induced by B-cell mitogens (7) , as well as by T-cell mitogens; (ii) leukocyte IF can be induced by specific antigens (14) ; and (iii) T-cell mitogens can induce immune IF production in purified B lymphocytes (6, 7) . An (Fig. 1A) and DNA synthesis (Fig. 1B) duction, but also because it raises important questions concerning the correlations between IF production and cellular DNA synthesis, which in this system do not appear significantly different from those observed in lymphocytes stimulated with other mitogens. Another interesting question being studied is whether galactose oxidase stimulates IF preferentially over other lymphokines, since our previous studies showed poor production of migration inhibition factor and lymphotoxin in this system (11) .
Therefore, we believe, that the identification of at least one specific event which is responsible for activating IF induction may represent an important starting point for a clearer definition of several crucial problems, including: (i) the type(s) of receptors involved in mitogenic, antigenic, or viral induction of IF; (ii) the relationship between IF induction and other parameters of cell activation (lymphokines, DNA synthesis, etc.); and (iii) the availability of the receptors as modulators of cell responses, which will require studies involving treatment with other enzymes (neuraminidase, trypsin, etc.) and aldehyde blocking agents. These problems are now under study.
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